Most cases of hypercalcaemia are secondary to malignancy or primary hyper para thyroidism. We report a patient presenting with a triad of hypercalcemia, metabolic alkalosis, and renal failure secondary to treatment of iatrogenic hypoparathyroidism and osteoporosis. Persistent ingestion of calcium carbonate and vitamin D caused milkalkali syndrome. The patient was managed with intravenous fluids and withdrawal of calcium carbonate and vitamin D. She responded well to the treatment and the calcium concentration, renal function and metabolic alkalosis were normalized. Milkalkali syndrome may be important as a reemerging cause of hypercalcemia.
Introduction
Most cases of hypercalcemia are secondary to malig nancy or primary hyperparathyroidism 1) . Milkalkali syn drome previously accounted for about 12% of cases and ranks the third among the causes of hypercalcemia in hospitalized patients 2) . The syndrome consists of the triad of hypercalcemia, metabolic alkalosis, and renal insufficiency associated with ingestion of large amount of calcium and absorbable alkali. After the advent of non absorbable antacids and later histamine2 blockers, the incidence of this syndrome dropped to less than 1% of etiologies of hypercalcemia in the midseventies 3) . . Therefore, some recommend that the term "calciumalkali syndrome", which broadens the definition of the condition, should replace milkalkali syndrome, since the term "milkalkali syndrome" no longer reflects the etiologic origin 7) .
The pathophysiology of the milkalkali syndrome is poorly understood. It is unclear why only some individuals are affected by excessive ingestion, but it has been suggested that they absorb more calcium than others 8) .
Patients who appear to be at high risk for milkalkali syndrome include old age, volume depletion and medication that reduces glomerular filtration rate, such as angiotensin converting enzyme inhibitors, angiotensin receptor blockers or non steroidal antiinflammatory agents 8) . Hypercalcemia causes reduced glomerular filtration rate, increased sodium excretion and depletion of total body water, leading to in creased bicarbonate reabsorption and metabolic alkalosis,.
Alkalosis enhances calcium reabsorption in the distal nephron, thus, aggravating the hypercalcemia 8, 9) .
As 
